Herpes zoster wherein the trigeminal ganglion is affected was first described by Jonathan Hutchinson (i869), but to this day many aspects of the disease are not fully understood.
Diagnosis
Herpes zoster ophthalmicus was diagnosed and the patient was admitted to hospital.
Investigations
Blood pressure 100/50 mm.Hg; Hb 95 per cent; R.B.C. 4,500,000 per cu.mm; W.B.C. IO,OOO per cu mm; erythrocyte sedimentation rate 4mm. Ist hr (Westergren). Chest and skull x rays were normal-Complement fixation-test for herpes simplex was I : 4 and to varicella-zoster i : 128.
Treatment and progress She was treated with dressings of 40 per cent. idoxuridine in a dimethyl-sulphoxide base (DMSO) to the affected area, and chloramphenicol ointment to the eye. She had been taking prednisolone 7.5 mg. for the past 8 years and this dosage was continued during her illness.
Result
She made a good but slow recovery and was discharged after 2 weeks in hospital. After 7 days, however, she complained of diplopia, and examination revealed a right superior oblique paresis (Fig. i, opposite) . A repeat Hess chart 6 weeks later showed a large degree of recovery ( Fig. 2 , opposite).
Discussion
The clinical manifestations of herpes zoster have been said to arise idiopathically (epidemic) or symptomatically (secondary). The former is now known to be due to infection by a varicella-zoster virus. There is increasing evidence that secondary zoster represents a reactivation of a latent V-Z virus dormant in the tissues, which has acquired neurotrophic propensities (Boyd, 1958; Duke-Elder, I 965; Juel-Jensen, 1970) . After varicella infection in childhood, the antibody titre to V-Z virus falls rapidly to I: 4 or thereabouts in the post-infective phase, and it remains at this level until middle age. After this time there is a further drop in the antibody level. As a rule shingles is a disease of the over-5os, but the mechanism of this reactivation is not known. Many precipitating factors have been suggested, such as a neoplasm (Moynihan, i964), infection (Gelfand, I951), x-irradiation (Ellis and Stoll, I949), physical trauma (e.g. corneal foreign body), or emotional trauma (Giroire, Charbonnel, and Vercelleto, I 960; Juel-Jensen, I 970).
The mechanism of involvement of other cranial nerves is speculative. It may be that the infection spreads from the trigeminal nerve to other motor nerves crossing the cavernous sinus (Godtfredsen, I948; Hermann, I962). It was suggested by Kendall (I957) that herpes zoster is an affection of the central nervous system and not a radicular or purely dorsal root ganglion affection. This would explain more logically the occasional involvement of motor nerves in the disease. But whatever the mode of spread, such spread would probably be facilitated, or even made general, by the administration of steroids (Merselis, Kaye, and Hook, I964).
In order to demonstrate that so-called secondary herpes zoster is in fact a reactivation of latent V-Z virus in the tissue it would be necessary to show that:
(a) The varicella virus is identical with that of herpes zoster, (b) The patient has been infected by varicella, (c) There had been some precipitating factor, (d) V-Z virus was present in the affected tissue. It is generally agreed that the viruses of varicella and zoster are immunologically and morphologically identical. Histologically the cutaneous lesions of chicken pox and shingles are very similar (Thygeson, 1956) .
In this context it is interesting to recall that Bruusgaard (1932) inoculated vesicular fluid from cutaneous lesions of a herpes zoster patient into eighteen children, four of whom subsequently developed classical chicken pox and four herpes zoster.
The patient here presented had had varicella as a child. It is suggested that the alcohol injection was the precipitating factor of her zoster. It is true that a lapse of 4 weeks between injury and effect is rather long, but the exact mechanism whereby a provocation could reactivate a latent virus is not known and it could well be that the alcohol took that long to produce injurious fibrosis or necrosis in or near the ganglion.
Juel-Jensen (I970) showed that, of a series of Ioo patients with herpes zoster, 65 gave a history suggesting a precipitating event; in 38 per cent. this took the form of trauma to the part affected (Table) . Evidence that V-Z virus was present in the trigeminal ganglion in the above case is of course not available. However, Tomlinson and Esiri (I971) were able to demonstrate just this in a patient with HZO who subsequently died. In their case the virus was demonstrated in both the peripheral and proximal axons of the trigeminal ganglion as well as in the ganglion itself, but it is admitted that their specimens in no way show whether the virus travelled centripetally from the skin along the axons or centrifugally from the brain stem.
Involvement of ocular motor nerves is very infrequent, though no cranial nerve is exempt.
Thus, in a series of 2,250 patients with herpes zoster ophthalmicus, Edgerton ( 1940) found forty with 6th nerve palsy and only 21 with 4th nerve palsy.
There is evidence to show that a localized herpes zoster may well become generalized under certain conditions. These include the treatment with systemic steroids or ACTH (Merselis and others, i964) , radio-mimetic drugs and x-irradiation (Ellis and Stoll, I949; i965) . It would seem that, if herpes zoster is in fact a disease of the central nervous system as suggested by Kendall (i957) , large doses of steroids would facilitate a widespread dissemination of the infection, and small doses might allow a relatively limited spread to affect one, two or a group of cranial nerves.
Conclusion
It is suggested that in this case an alcohol injection into the Gasserian ganglion acted as a precipitator in the reactivation of latent V-Z virus, and that this was facilitated by the fact that the patient was already on systemic steroids and further that this allowed the infection to escape the confines of the trigeminal nerve to spread over and include the trochlear nerve on the same side.
Summary
A patient is presented who had been on long-term systemic steroids and who developed herpes zoster ophthalmicus after an alcohol injection into the Gasserian ganglion. This patient also developed a paralysis of the trochlear nerve on the same side.
A suggestion is made that these three factors are linked.
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